[Physiopathology of cardiac insufficiency. Biological factors of adaptation and disadaptation of the heart to chronic mechanical overload].
The advent of molecular biology techniques has profoundly changed pathophysiological concepts of myocardial hypertrophy and overload-induced heart failure. Heart failure is a consequence of the limits and imperfection of biological adaptation to mechanical overload. Factors including fibrosis, senescence, ischemia, inflammation, catabolism and hormonal response may contribute to myocardial dysfunction. In humans changes in the genes coding for myosin are observed only in the atrial myocardium, in association with diastolic left ventricular function. In most animal species, alteration in proteins involved in intracellular calcium movement and autonomic nervous dysfunction are responsible for both reduction of Vmax and arrhythmias associated with myocardial hypertrophy. Moreover, myocardial fibrosis is a major determinant of enhanced left ventricular stiffness and arrhythmogenicity.